[N-carbamoyl-2-(2,6-dichloro phenyl) acetamidine hydrochloride] has been reported to possess a tremorogenic property comparable to that of oxotremorine, the well known tremorogenic agent (1 ). The phar macological profile of LON-954 indicated that it could be a more appropriate tool than oxotremorine for evaluation of antitremor drugs which may act through dopaminergic mechanisms (1 ).
We earlier reported the involvement of the skeletomotor apparatus and the spinal cord in oxotremorine-induced tremor (for refer ences, see 2, 3). Recently, we have demon strated that LON-954 also affected the skeletomotor site (4), and here, we report the effects of LON-954 on the motor output and discharges of Renshaw cells in the cat spinal cord.
The details of the methods were described in an earlier paper (2). In brief, the experi ments were carried out either in anaesthetized (pentobarbitone sodium, 40 mg/kg, i.p.) or intercollicularly decerebrated cats of either sex. Blood pressure was monitored through out the experiment, and the body temperature was maintained between 37 and 39°C. In experiments with decerebrated cats, all measurements were performed at least 2 hr after decerebration and removal of halothane anaesthesia.
The right hind limb was denervated as completely as possible, and the left dorsal roots L6 to S1 were cut i ntradurally.
The discharges of the Renshaw cells from the segment L7 were recorded, after lami nectomy, extracellularly through glass micro pipettes filled with 3 M KCI. The cells were identified by their monosynaptic burst re sponse to single antidromic volleys. Anti dromic stimulation of either the central end of the cut left ventral root L7 or the left gastrocnemius were used for exciting the Renshaw cells. A single stimulus of 0.2 msec duration at supramaximal strength for alpha fibers was applied every second, in some cases once in 3 sec. Monosynaptic reflexes were elicited by single shocks applied to the central end of the cut dorsal root L7 or S1 and recorded from the gastrocnemius or anterior tibial nerves; their height was taken as a conve nient measure of synchronus motor activity. Stimuli were applied every 10 or 15 sec and were submaximal as judged by the reflex amplitude during the control period.
LON-954, when injected intraperitoneally (5 mg/kg) in two intact (unanaesthetised) cats in order to observe its gross behavioural effects, caused a rest tremor which began 5 to 7 min after injection and was maximal within 15 to 30 min. Signs of sympathetic overactivation: marked piloerection, dilatation of the pupils and aggressive behaviour were prominent in these animals.
It was observed that an intravenous dose of 2.5 mg/kg of LON-954 produced an effect that was comparable to the earlier reported effect of oxotremorine on the discharges of antidromically activated Renshaw cells (2). Hence, this dose of LON 954 was selected to examine the spinal effects of the drug throughout the course of the study. In three intercollicular decerebrate cats, LON-954 (2.5 mg/kg, i.v.) produced irregular and jerky movements of the limbs, but there was no noticeable tremor. Electro myographic activity in these cats was con siderably increased in the biceps and triceps brachii muscles following drug injection. No alternating bursts were observed in the electromyograms from these antagonistic muscles. Thus, the present experiments demon strate that LON-954, like oxotremorine, affects several elements of the spinal motor system. While the drug did induce a sustained rest tremor in cats that were otherwise untreated, it failed to do so in decerebrate preparations, suggesting that higher structures of the CNS are necessary for tremorogenesis by LON-954, in contrast to the case of oxotremorine, which could generate tremor in intercollicularly decerebrate cats (3). This is in accord with the findings in rats (1) and supports the conclusion that tremor due to LON-954 may originate in an area rostra) to the inferior colliculi. It is also possible that an unknown amount of supraspinal influence might contribute in the spinal effects reported here, as in our experiments, the cats were decerebrated but not spinalised. The mecha nism of action of LON-954 on the mono synaptic reflex and Renshaw cell excitability need not be simple, but such changes must affect motor performance, independent of the effects of the drug on higher centers of the central nervous system. Antidopaminergic mechanisms have been implicated in the action of LON-954 on the basis that L-DOPA antagonizes its action, while pimozide, a dopamine receptor blocking agent, intensifies it (1 ). Such a mechanism may be involved in the facilitatory action of 
